The mechanisms and consequences of autoantibody production are of interest from both a clinical and scientific point of view. Rheumatoid factors (RF)-autoantibodies that bind to constant regions of immunoglobulins-are unusual in this group in being regularly produced in detectable amounts during the normal immune response to exogenous antigens in both animals and man.' -4 It is clearly relevant to the understanding of the genetic basis of autoantibody formation to determine whether IgM RF produced in normal individuals differ from those p5roduced in autoimmune diseases, such as rheumatoid arthritis. A structural approach to this question has been used by Carson and coworkers, who suggested that IgM RF occurring 'normally' in the elderly and in patients with Sjogren's syndrome have an idiotypic homogeneity with respect to germline idiotopes compared with IgM RF from patients with rheumatoid arthritis.5
The affinity of IgM RF for autologous IgG in the sera of patients with rheumatoid arthritis has been found to be relatively low compared with that of conventional antibodies.6 7 Functional affinity was measured by a modification of the above ELISA, using the chaotropic agent diethylamine to inhibit low affinity antibody interactions with the solid phase antigen as described previously." Briefly, serum samples were serially diluted on human IgG coated plates in the presence or absence of 10 mM diethylamine, the plates were sealed to prevent evaporation and incubated at 37°C. After aspiration of well contents and thorough washing the remaining steps of the assay were performed as described above. Dose-response curves were plotted and the fall in log titre due to diethylamine measured at half maximal absorbance. The implications of this finding need to be considered in the light of known structural data on IgM RF. It has been shown that certain idiotopes, common among IgM RF from seropositive normal elderly subjects and from patients with SS, are absent in IgM RF from patients with RA. These idiotopes appear to be related to germline V region genes, and hence it has been suggested that IgM RF in seropositive normal people and in SS are closer to the germline and more idiotypically homogeneous than are IgM RF in RA. ' It is now generally accepted that the preimmune repertoire contains relatively few germline V region genes for a particular antigen.12 After antigenic stimulation these genes undergo somatic diversification, and an overall selective pressure for complementarity to the antigen generates antibodies of increasing affinity.12 13 There is evidence that this also occurs for IgM antibody responses as well as for IgG, though less efficiently for the former.'4 Therefore, it is likely that if somatic mutation occurs during expansion of IgM RF producing clones the germline idiotypes prevalent in normal sera ( 
